renal function at the time of diagnosis. 4 Severe renal failure may develop in some patients, but others improve and no renal dysfunction occurs during follow up.
The reason why some patients are more susceptible to lung than to renal disease is not clear. Inhaled agents may play a part, among them insecticides and herbicides. 5 The fungicides inhaled by our patient have not been reported to induce anti-basement membrane antibody disease, but cigarette smoking is associated with pulmonary manifestations of the disease. 6 In animals inhalation of petrol induces lesions in the alveolar basement membrane, allowing circulating anti-basement membrane antibodies to gain access. 7 Thus increased capillary permeability may be essential for damage to occur. Our patient was a cigarette smoker and was exposed to fumes of fungicides, both of which might have been contributory factors. The unusual susceptibility of a few individuals to widely used exogenous agents suggests a genetically determined background for the development of anti-basement membrane antibody disease. This is supported by the association of the HLA antigen DR2, which our patient possessed, with the disease.38
Treatment regimens consist of immunosuppression with or without plasmapheresis. The outcome in patients treated with plasmapheresis is slightly better; but the initial degree of the renal disease is more important for the prognosis than the type of treatment received.9 Combined cytotoxic drugs and plasmapheresis also shorten the time needed for clearance of antibodies and improve the outcome in patients with lung haemorrhage and in those not dependent on dialysis. 
